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[ E82iR) AAE;, sTAEE, BHT; #mEEL, Fom ARR, FLARME
(5 E) BH HIPEAMSAHABLAR-162A/G-909C/C HASARE5BCRGEAE., HE RARLBE

BRI RS EFE R EFTBES AR | ARG SORAENBERESSREF . BR st A6
F162A/G % S HAs S A EF 3B d AAAG.GC A B AMER AC S L BME S A H 0.047.0. 203.0. 750 F=
0.148.0.852, B usmm 5t B X HA A EAMRILEFALEZZNE (P> 0.05), RoRA 5 RBAS L REM
EHOREFLRLLFN (P> 0.05) . 5T B 1-009C/C % 5HAE S AEFHBAY CC.CC.CC AR AMER C,
CE¥4ARMESHH 0.258.0.523.0.219 42 0.520.0.480, B wmA 5B au L AR MERELLAMEZ F A
REXEM (P>0.05. BORAEANSEREEARARAANRLGEmm X HREZ EALH(P> 0.05) . Fip

A KI5t BB 1-162A/ G Ao st B B85 1-900C/ G KRR £ S5 F BAHE S KM XK, st A48 1-162A/ G Fo 3t
A 1-909C/ G AR % At A Ke)Hh LR .
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[ ABSTRACT] Aim

(PON1) gene and coronary heart disease( CHD) in Chinese population.

Coronary Heart Disease;

Polymorphism;  Hazardous Genotype; ~ Coop~

To study the association between the polymorphism in the promoter region in human paraoxonase

Methods The genotype and allele frequency of

paraoxonasel gene polymorphism were assayed by polymerase chain reaction ( PCR)-restriction fragment length polymorphism

(RFLP) .
148, 0. 852, respectively.

Results The frequencies of PON1-162A/ G genotype and allele in control were 0. 047, 0. 203, 0. 750 and O.
There was no significant difference in genotype and allel frequency between control and CHD group.

The frequencies of PON1-909C/ G genotype and allele in control were 0. 258, 0.523, 0.219 and 0. 520, 0. 480, respectively.

There was no significant difference in genotype and allel frequency between control and CHD group.

ardous genotype of PON1 was not associated with CHD.

hazardous genotype with CHD.
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W R E 5 LDL A#7E 5 15 Jo 5%, {845 HDL f#1E
ftE 5L T, LDL kg B S AP G 3R 4 = iR D
Mackness 511 R B, 4lifk (5 N HDL 45 & % S8k il
1( paraoxonase, PON1) &1 i 7K il ig i &4k 4, 7 1k
LDL A Jigid Ak 47 A AR B R BEAS LDL #9404k
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Increasing number of haz

Conclusions These results suggested that PON1-162A/ G PON1-
909C/ G gene polymorphism were not associated with CHD in Chinese population.

There was no cooperative effect among these

&4, 76 8 ik 3 FEAE AL ( atherosclerosis, As) F TR H
RAFE TR, B PONT & M & IR 2 &
15 As KRBT SRR 2 B B L. A SO PON
JEBIT-162A1 G H-909C/ G £ #5123 A S 5 el oL
P8 coronary heart disease, CHD) 0% RHEAT T #4it

1 WRE5FZE

HRITR

TRIEH 86 71, B 49 B, & 37 fl, F# 62 £8
% (40~ 70 %), 1R ¥ B b7 8 B R % 4 Fr ik 2 & WHO
I R & % AR B LR A 5 LA IR 45 ) 2 a0
FIE % B & % A0 5 BT AR VNS T, B TR B g B aE
EREFERAAFFIFFERMEFREAFZRE
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WhRER#HYL ., ZRRREZHL 62 7, &lEK
AL 24 . 2B 128 B, B 83 A, & 45 f,
FH 62E7 F (40~ 70 F), A& KRB EN
&, BRANA T KRR PR A & R 8 i B m £ .
P8 B 2Bk IR I
1.2 EELSEMRF

DNA 3 3 fL ( PE2400), Taq B ( Promega), pfx
DNA % 4 B ( Invitrogen), BstU iv IR & 14 K 17 B
(NEB), BsmA iv[R #4478 (NEB), Lambda DNA/
EcoR iv+ Hind @@Marker( Promega) , pBR322 DNA/Hae
@Marker( % % & # T2/ 5]) o
1.3 EEZEMESH

XA B 1-162A/G 7| 41 ) 7| A Primer F: 5’-
GCT ATT CIT CAG CAG AGG GT -3’ Primer R: 5’-
TGA ATC TGT AGC CAG GGC AC -3’ . xt & 5 1-
909C/ G |41 /% %| 4 Primer F: 5°-AAC ATG TCA CTG
TGG CAT ATA TAA TGC TC-3’, Primer R: 5’ -CAT TCA
CAG TAA CAG CAG ACA GCA GAG AAA AGA-3 . #
R DNA Fl % B A Ak 4 3% A 4 8 fn (EDTA-K, i %%)
BARFRR, #TREGWEEER MY . PONI-
162A/G ¥ 3 F= 41 2 BstU ivEE ] W 1K /5, 1% B RE #E
BEFRAR P B k. PON1-909C/ G 4 3 = #74 BsmA iv
BEi e, #EAT 12% T V9 4% Bt fi B fC L ik, MR 3
EaER.
1.4 IR #R

R 12 h, K HER#HCK LB ¥k, A A
I E K FE [E B (total cholesterol, TC) F2 H i = Bg
(triglyceride, TG), ¥ W& # ik &8N < & % E fs
& B 2 & B (high density lipoprotein cholesterol,
HDLC), B 8 M = 1K % B fE & & JE B &% (low densi-
ty lipoprotein cholesterol, LDLC), X K Rk AT
HWEN EHIEE G A iv. TC F1 TG ) Z &5 &% F
B #E /) 8 £ 4, HDLC.LDLC fn# f5 & & A ivill & iR
M BRE—FHBHRA LR
1.5 GitFEiiE

B 55 % % 5 Hardy— Weinberg F %7 8 % & 42 & .
ERAAFEMEMEAMELZRNLRA X BB,
T E AT A i fg A IR T E 4T, &
ZAMM AR E TR ER E AT KA Logistic
Bl 3441, A P< 0.05 A& Git# & Lo

2 @R

2.1 FTEBEEE 1-162A/G F1-909C/ G ML E R E 7S
M 1( Figure 1) 7] UL, PON1-162A/ G £7 & H L 3

FhILR T 4358 AA AG F1 GG. B & B4E I N e
VIR BeRK/N A 1210 bp, MR ZAL S B AFAE N T
B IR B AL 5 (CG” CG), 3 A3t [RI B AN A 43 3l 7= A 1
263 260 2 S LKA

B EE S P2 BsmA iv IR 1) 2 7 1) Bl 1
)5, Ik Es & B PON1-909C/ G fir &5 B 3 Fh 5
R, 43508 CC.CG GG A BEEE S N =9 A B
K/NK 256 bp, MR ZAL AR A7 1E A U R S Ar
R GTCTC(1/5)], =R BRI B AN A 7248 1253
SN 2 25Uk (8] 2, Figure 2) .

bp GG AG AA M bp

1210~

674~
536~

1. ITEAEG 1-162A/ G LR B A HE R K EiE
Figure 1. PCR RFLP result of human PONI- 162A/ G

bp M cC CG GG bp
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2. XEHBEE 1-909C/ G L R R A Bt R M [ETE
Figure 2. PCR RFLP result of human PONI-909C/ G
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2.2 mEiRE ST RAMASKFAIELER

FH3% 1(Table 1) A W, 7&Cod 2H 115 HDLC F1%%
NEEE A Iv/KPROE & X0 B ZH 2 2% PR ( P< 0. 05),
M3 TCTG A1 LDLC 7K 78 7. /LY 2H A0 1E 55 X6 HE 2
0] ZF Lg% E X (P> 0.05) .

1. BORAS A RAMAEK TS (x )
Table 1. Comparsion of serum lipid levels between CHD group

and control group

& 3 TR (n= 128) O RAL (n= 86)
TC(mmol/ L) 4,318 0. 472 4. 351 £0. 506
TG(mmol/L) 1.252%0.832 1. 373 %0. 795
HDLC( mmol/ L) 1.237 £0. 453 1. 077 0. 549°
LDLC( mmol/ L) 2.375 £0. 186 2.413 £0. 252
ApoA iv(g/L) 1.211 %0. 255 1. 119 0. 326"

a: P< 0.05, S5xtigAltbE.

2.3 FEASTEMEABSNEHEBERS SN
AIELER

HH & 2(Table 2) 7] W, 1 E A\ PON1-162 A/ G £
A G SEALEE BRI 43 7 4 0. 124 A1 0. 876, 5
FE AR AN A R RRRA L E RE A
(X*= 21. 18, P< 0.05) ; 5 H A AP ] — 2% fi7 3 K] 45
KM, TLEH#ZER(X= 0.64, P> 0.05) .

*2 TREIMEANBENEBHE -162 A/C ZERRREFMNER
SERBIEL AR

Table 2. Genotype and allele frequency of PONI -162 A/ G
polymorphism in Chinese ( this study) and other population

FHe R A S LR AR
N n
AA AG GG A G
FEA 214 0.042 0.164 0.794 0.124  0.876
EEAMA 376 0.048  0.372  0.580 0.234  0.766
HA A 132 0.100  0.900

HH % 3(Table 3) A] W, £ PON1 -909C/ G i s, 1
E N C.G &AL EE K 4 Z 73 7l 0. 516 AT 0. 484, &5
ESEISEUPNSIE 0 =P 1PN S Nl T i R
PSR, 2R L REME. SHE A ML,
2 FAFAE B EME(XP= 5. 031, P< 0.05) .
2.4 PHLBIE)XTEFEES 1-162A/ G.-909C/ G % 7S TEEE
BRREELE B LFERERNEXME

e /2 4L RT 0 HE 2L 1) 6 (R 2R 85 3 A7 75 A Hardy-
Weinberg ~Ff7 i 2, BA BEAARRME. O AR

XFHEZH [A] PON1-162A/ G 35 [K] 74 45 = 1 45 7 3 [K] 45
RRWBEEMEZER(P> 0.05) . =MIERAG GG
BRI AT e A e R S e 5, (H H @ R B2 ) OR
HEA Gt 2% % L (OR= 1. 542, P= 0.550) . P4l
] PON1-909C/ G 2 P5] 74 451 e i1 45 A7 6 [R] A3 22 R A,
BEWER(P> 0.05); =MERFAG 6C EHAH
KA LR fE ke & Hy, B H G R E 1) OR A
Giit % & L (OR= 1.061, P= 0.887) .

R3. PEFREABEXEBEE 1-009C/C ERBRFMER
SR LR

Table 3. Genotype and allele frequency of PONI1 -909C/ G
polymorphism in Chinese ( this study) and other population

FAA S (R AR %

N Ff n
cC CG GG C G
E A 214 0.248 0.537 0.215 0.516  0.484

EEAMA 376 0.287  0.503  0.210 0.539  0.461
JEE/REN 824 0.269  0.502  0.228 0.521  0.479
PR - =UN 725 0.277  0.509 0.214  0.532  0.468
HEA 355 0.327  0.515 0.158  0.585  0.415

8 PON1 3 A J5 8 7 [X- 162A7 G.-909C/ G 7§ 4>
Z VAL B 5 O R A BCA 40 A, B AS
ZEMM R AR TARLHE, SRR, A 1
G FE R ALANMAR) OR= 1. 667, P= 0.234; 5 2 4>
Gl R R B /NMA R OR= 1. 111, P= 0.222, 4 it
25 X, Y PON1 33 1-162A/ G+-909C/ G iM%
A AT SO ek Lo 5 ) 52 M G B [R] P . PON1-162A/
G~-909C/ G 2 A A sAS [A] Ik PR Y W 26 22 [a] 1fi i 7K
TFHERAEHEZER(P> 0.05) .

3 1t ig

% LDL E b2 As RAERBEH —ANEHEN R
WIFRY . HETIAA, 4 LDL #4181 5 T2 A AL
74 LDL( oxidized LDL, ox-LDL) J&, #% 5 # W 41 ffd 75
WAk T T VIR A, fE— &M, ocLDL # B
6 410 B 37 T8 X 32K (SR-A, CD36) ik R, S5
TR K> . PUAR K ox-LDL W] LLECAE Y B 4
M ZRTH 3T, T 20N B I IE PRI N R ThRE 2,
{8 LDL [z ik ]9 6~ ISt — 23 . th4h, ox
LDL I fif Py 57 41 i 7= A8 A 4 B A & 6( TL-6) A1 b
JEIRTE R 1 a( TNF-q) , FEAR 3 5 240 M 3% T kG B 43
T 1(VCAM-1) K& /=4, T My = i s A% 4 i 5
DA R 4 ORGP R BN T, BRI IR AL
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HNEWRAM, f5 35 3t — 58 N R 5 T A Ak o i R A
H, Shkak R BT b — 2D kR KU, PONT it A
INEACRIBEAS, B199 T ox-LDL V8 I 55 B BA A% 40 i
SE 5B ULESRMEERR . X PON1 #it
S T2 THAE RO 3B SR I T PON1 B /b &R
PON1 B4 /N B, 43 B8 ) HDL A1 LDL FL 7 A2 /1N B
() 1 B 0 SR A B URR, SR15 /) HDL 2093 5 B A= 7Y
/INBR ) HDL AHEL Sk = {R 47 Dy fiE, 6 W] PON1 /& HDL
R LDL E AT F B RS .

%t PON1 J3 5l T [X-162A/ G+-909C/ G £ Zs M4
R FC R, G R B 2R % S5 A7 6k IR A 2R 43 AT
AN ZERTLEEME(P> 0.05), 162A/G I
909C/ G 17 55, 4% 35 [K] 74 37 4. 7] 1 A 7K 7 78 6 & 3 1k
Z5 (P> 0.05), £ W PON1 J3 3 F [X-162A/ G Fii-
909C/ G Z A&7 mi 5 v BN 5k /0 1T g TG R B .
CLUFSEAE PON 4 A X A7 4E Q192R 1 L55M P12
AN —HHF R 192 2850 56 0 G K
PEFISE, RR 0] B 39 0 76 0007 (0 KU 1) T RR 2%
PRI H1 PONT v 1 B QQ 2[RI R 5, Iy PONT ¥R
525 F 55L/M 2 & HAMHER, A5 192Q/R 1
U0 PAE SR BLAE PONT BV 3 30 T X A2 76 T-
108C.A-162G 1 G-909C 3 2 A4 &, + HA %
BHE 7R T-108C+ A-162G Fil G-909C £ 75 1 BE 52 M
PON1 F3& K, A5 %8kl HOAE SE T-108C %
IRl 22 25 1t RE B2 PON1 fR%E AR EN . Tlia Leviev
2L BIR 18 T-108C HE IR 22 245 14 Ay et O 9 0 — N kT
fER A T o J275 108C/T AR — D IhREMENL &,
Y T PONT Rk DL g% ) i Bl 3% 14 ANk BE, T
162A/ G.909C/ G 3@ izt 5 H 3% B 5K 1A 715 1f 75 o 2 B
Bk E, A it — B A .

Xt PON1 g sl 7&K 1624/ G.909C/ G L A& MEAL
RS R B e AR TR 0 TR A I T 43 BT B R, 16266
FL[RI BRI 909GG = A BY A i AR gt 0o i ) s s i 35,
A fE R 2R OR ¥ LG it % & L (Hi & OR=
1.542, P= 0. 550; J5%# OR= 1.061, P= 0.887) . &
T3 162GG & K 24 ,909GG & [K 74 24 1 7] RE 1Y) f& [6:
HF, tr RO RR, R, A 141
[ 2 R MK OR= 1. 667, P= 0.234; 15 2 Mak
FEA K OR= 1. 111, P= 0. 834, H KI5 fG ke o
f) OR MBI BG4 (P> 0.05), e et 09
FEAN e o 5 ORI B AN S ) 3 I o R 2 B
WM&, PON1 J5 31 % K- 1624/ G\-909C/ G

2 AR T e o B R AE T P [E

o E S N #E PONL J8 3l F 3& [R-162A/ G -
909C/ G 2 AW L 45 2R 55 FoAh B R AT 78 25 R EE
BTN, /£ PONI-162A/ G 2 &AL 4, FE A G
fr B 0. 876, 3% = T2 B # A/ 0. 766
(P< 0.05), 5 HA A1 0.900 A5 b TG BA & 22 7
(P> 0.05) . fE PONI-909C/G £ & ME47 A, A E A
G A FERR N 0. 484, W B & T E A G 41
FERHZR (0. 415), 5EE EFA(0. 461) (L F IR
N(0. 479) FIF5A% 22 N(0. 468) F [F] — 257 32 R 47 R
LR BEMEZER(P> 0.05) . /Hrixees R
725, A BRSO B BRI 2 S L X 2 R AR B
WEREAFRA K, B R R AT AT KR A I i
oM, LA 3 VR HERR IS5 R .
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